TUMOURS of the heart may be primary or secondary, the latter being 20-40 times commoner than the former (Prichard, 1951) . Thorel in 1903 found no primary tumours in a series of 3,300 autopsies. Ravid and Sachs (1943) (Goodwin, 1963 (Fig. 2 ). There were a few small blood clots on the surface of the tumour.
The lungs were congested and there were bilateral pleural effusions. The liver and to a lesser extent the spleen were congested.
Comment
The histology of both tumours showed consideiable areas of necrosis, but in the better preserved portions, the typical histological appearances of myxoma were apparent (Fig. 3) .
In these two patients the diagnosis of cardiac myxoma was made at necropsy. In the first case, fever, apparent valvular lesion and positive blood culture following pelvic manipulations led to a diagnosis of bacterial endocarditis. The organisms having gained entrance to the blood stream infected the tumour in the same way as they might have infected a diseased valve. This is an unsual occurrence having been only once previously reported (Dick and Mullin, 1956 (1960) in an analysis of 65 cases of cardiac myxoma found that 57 were in the left atrium and 8 in the right. The youngest patient was one month and the oldest 73 years. The average age was 45 years. The average duration of symptoms was one year, the shortest one month, the longest 30 years. In this series the sex incidence was similar. Goodwin (1963) , however, found twice as many women as men in a series of 45 left atrial myxomata.
The tumours may measure up to 10 cm. (Prichard, 1951) and are usually pedunculated. They may be smooth or lobular and are occasionally villous. There is often thrombus on their surfaces, and at one time they were not thought to be tumours, but organising thrombus (Husten, 1922) . However, evidence has been produced that they are neoplasms by Fisher and Hellstrom (1960) , and it has been pointed out that the hearts in which they occur are otherwise normal and that there is no reason for thrombus to form in them. The tumours may occasionally calcify (Goodwin, 1963) . Left atrial tumours produce symptoms when they grow large enough to obstruct the venous return to the atrium or the mitral orifice. Symptoms may be intermittent, often varying with posture, or there may be progressive unremitting cardiac failure. Syncope or pulmonary oedema may occur if a pedunculated tumour floats into and obstructs the mitral orifice. The symptoms may improve dramatically with change in posture. In the majority of cases murmurs are heard and these may also change with posture. The auscultatory signs of mitral stenosis or less commonly incompetence may be present. Obstructive and later vasoconstrictive pulmonary hypertension is often found with enlargement of the right ventricle, loud pulmonary second sound, pulmonary ejection clicks and murmurs, and increase in jugular venous 'a' wave. It has been shown that there is a decrease in the blood flow to the lower lobes of the lungs in left atrial myxoma, similar to that found in mitral stenosis (Dollery, West, Goodwin, Hugh-Jones and Wilckens, 1961) . Some of these cases have been misdiagnosed as corpulmonale or as pulmonary hypertension due to multiple pulmonary emtboli. A patient with a leiomyosarcoma of the left superior pulmonary vein growing into the left atrium was described by Kidd, Carson, and Lamont (1961) . She presented with exertional dyspnoea and haemoptysis. Cardiac catheterisation showed a normal wedge pressure in the right lung field. This was thought to exclude mitral stenosis or a left atrial myxoma. Had the wedge pressure been taken in the left upper lobe, as the authors suggest, the diagnosis might have been established. This point should be remembered when investigating patients with pulmonary hypertension or haemoptysis. In many cases left atrial myxomata have been discovered when surgery has been performed following a mistaken diagnosis of mitral stenosis. The shorter history, changing quality of the murmur from time to time and with position, and the absence of atrial fibrillation are typical of myxoma.
Tumours of the right atrium may obstruct the tricuspid valve giving rise to right heart failure with oedema, ascites and hepatomegaly. The physical signs of tricuspid stenosis or incompetence or of constrictive pericarditis may be present and may change with posture.
Two patients with right atrial myxoma and polycythaemia have'been reported (Levinson and Kincaid, 1961; Siggillino, Crawley, Clauss, Reed, and Tice, 1963) . The reason for this association is not clear but Siggillino suggests that prolonged tissue hypoxia might stimulate increased red cell production. Peripheral emboli may arise either from thrombus on the surface of the tumour, or may consist of myxomatous material itself (Bland, 1957) . Cumming and Finkel (1961) , have described a case where at autopsy the left internal carotid, the left middle cerebral, the right renal, the splenic and other smaller arteries all contained myxomatous material. The tumour extended through the foramen ovale and pulmonary emiboli occurred causing recurrent pleuritic pain. They record that of five cases of left atrial myxoma in children, four had cerebral emboli. This is an important diagnostic clue, as cerebral emboli are rare in children. Occlusion of the central artery of the retina due to embolus in left atrial myxoma was described by Mills and Philpott (1951) . Splinter haemorrhages and purpura may also be seen. Pulmonary emboli arise from tumours of the right atrium and if multiple, may cause pulmonary hypertension and 'further complicate the clinical picture. Pulmonary thrombosis in situ in left atrial tumours is related to pulmonary vascular disease. In addition decreased cardiac output in left atrial tumours is associated with increased incidence of leg and pelvic vein thrombosis, and therefore of pulmonary embolus.
MacGregor and Cullen (1959) have drawn attention to the occurrence of fever, anaemia and a raised ESR in a number of cases. Mild increases in gamma globulin may be present. In the presence of a cardiac murmur, bacterial endocarditis will be considered, but blood cultures are negative and the spleen does not enlarge. Lekisch (1957) suggests that this clinical picture is caused by degenerative changes in the tumour producing a febrile reaction.
Lastly, angina of effort may occur due to low cardiac output and cardiac infarction has been reported due to emboli (Harvey, 1959) .
Having suspected the tumour on clinical grounds, the diagnosis may be difficult to establish. Right heart catheterisation shows elevated pulmonary pressure in left atrial tumours indicating irnpaired pulmonary venous return. Change in the pressure level due to shifting position of the tumour was described by Ellis, Mankin, and Burchell (1958) . Similarly in right heart tumours elevated right atrial pressure tracings may occur, suggesting tricuspid stenosis or incompetence. Again the findings may change with movement of the tumour.
The best way to demonstrate the tumours is by angiocardiography (Gravier and Schlienger, 1960) when a lobulated filling defect in the atrium is seen. In left atrial tumours this filling defect may be seen to oscillate between atrium and ventricle (Goldberg, Glenn, Dotter, and Steinberg, 1952; Steinberg, Dotter, and Glenn, 1953; Goodwin, Stanfield, Steiner, Bentall, Sayed, Bloom, and Bishop, 1962) . However, apparent filling defects may be seen due to blood from pulmonary veins diluting the contrast medium in the left atrium. A deep left atrial impression was seen on the oesophagogram by MacGregor and Cullen.
Once diagnosed, the tumour should be removed. 
